A highly sensitive radioimmunoassay for LH-RF was developed and was used to determine the serum levels of LH-RF of women in normal menstrual cycle, pregnancy from 5 through 40 weeks and throughout 4 different stages of parturition in the same subjects.
Peripheral blood was taken from; (1) normal pregnant women at 5 to 40 weeks of gestational period that was determined from last menstrual period (n=47) ; (2) normal menstrual cycling women at outpatient clinic whose men strual cycle were 28 days (n=16) ; (3) 4 stages of parturition of each the same subject, these were, during labor, immediately after delivery, 10 minutes after placenta delivery, and 4 days after delivery (n=12). Cord bloods and amniotic fluids were taken at normal term delivery (n=8). Milks were collected from normal puerperal volunteers at nursing (n=10). Specificity of antiserum Recovery of LH-RF from serum ecovery rates of 6 concentrations of LH-KN added in serum treated with charcoal were shown in Table 2 . The mean of recovery rate was 97.0%. Table  5 The LH-RF levels in cord bloods Mean •} S.E. 2.0 •} 0.5 Table 6 The LH-RF levels in amniotic fluids Mean •} S.E. 12.9 •} 5.9 Table  7 The LH-RF levels in human milks Table 8 The concentration of LH-RF in the human placenta The antiserum used was highly specific to LH-RF and showed immunological affinity with the amide-C-terminal of LH-RF.
It bound approximately 30% of the labeled LH-RF in the absence of any unlabeled hormone at a final dilution of 1:100,000. The placenta produces sex steroid hormones and protein hormones including human chorionic gonadotropin (hCG) and FSH like substance.24 Furthermore, a large amount of immunoreactive LH-RF was found in the placenta in this study. Therefore the most reasonable explanation for the suppression of the pituitary function during pregnancy might be due to negative feedback action of placental hormones.
The serum concentrations of LH-RF both immediately after child delivery and 10 minutes after placenta delivery were increased as compared to those in labor, although the serum concentrations in labor were slightly higher than those of during pregnancy at 31 to 40 weeks of gestational period (Fig. 4 and Fig. 5 ).
In addition, peaks of LH-RF were observed in 3 out of 12 women at immediately after delivery and in 6 out of 12 women at 10 minutes after placenta delivery, while only 3 women showed the peaks during labor or 4 days after delivery. One of the possible explanations of these results is the rebound action of the hy pothalamus induced by disappearance of placental negative feedback. However, this hypothesis may not explain the LH-RF peaks observed after immediate deli very since placental sex steroid hormones and hCG are able to be transferred to peripheral blood but their half-lives are not so short that they induce hypothala mic rebound action. The immunoreactive LH-RF in amniotic fluid may come from either (1) amniotic membrane, (2) placenta or (3) fetus, though there is no evidence that the amniotic membrane produces immunoreactive LH-RF that might be easily transferred from the amniotic membrane to amniotic fluid. If LH-RF in amniotic fluid has placental origin, there is no direct explanation how it is transferred from the placenta.
As described above, there is a large amount of LH-RF in the fetal hypothalamus and it might be secreted into fetal urine. Thus this im munoreactive LH-RF in amniotic fluid may have fetal origin though its physi ological significance is uncertain and there is no report that immunoreactive LH-RF in amniotic fluid as well as in cord blood is identical to hypothalamic LH-RF.
The biologically active LH-RF in milk of man, cow and rat was reported by Baram and Koch27 (1980 
